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Abstract; Objective To investigate the effects of bufalin and Paclitaxel on proliferation and apoptosis of gastric
cancer cell line MGC803. Methods MGC803 treated by various concentrations of bufalin and Paclitaxel alone or
in combination . The inhibition rate of cell growth detected by MTT assay, the apoptosis by flow cytometry and
the protein expression of cell apoptosis associated proteins C-FLIP, and Caspase-8 by Western blot. Results
Bufalin or Paclitaxel effectively inhibited the growth of MGGC803 gastric cancer cells in a concentration-dependent
manner at certain range of concentrations. The inhibitory rate of bufalin combined with Paclitaxel was signifi-
cantly higher than that of single drug group(P<<0. 05). The values of combination index (CI) at 24 h,48 h and
72 h were 0. 77,0. 86 and 0. 72 respectively. The apoptosis rate at 24 h induced by 25 ng/ml Paclitaxel and 40
nmol/L bufalin was 19. 74% and 14. 13% respectively, and lower than that induced by combined treatment
(53.30% , P<<0. 05). According to control group as a baseline, C-FLIP, protein expression of Paclitaxel group,
bufalin group and combined group were 78. 38%5,63. 71% and 46. 73% on the contrary, Caspase-8 protein ex-
pression were 150, 25%,156. 86% and 180. 58% respectively. Conclusion Paclitaxel and bufalin had a syner-
gistic effect on growth inhibition and apoptosis gastric cancer MGC803 cells and enhanced Caspase-8 expression
and decreased C-FLIP expression.
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&1 23t MGC803 HRIEFEMFIER (x £5.2=3)
Table 1 The inhibitory effect of agents on MGC803(x + 5,7 =3)

Inhibition rates( %)

Groups
24 h 48 h 72 h

Controls — — —
PTX (ng/mbD

12 21.22+3.82° 26.38%2.72% 35.54%5.49°

25 34.19+4.07° 39.47+10.64* 51.87 +1.08"

50 46.75£8.39" 50.05+5.17° 63.71+£5.23"

100 55.16+1.83" 62.11+6.11" 72.65%9.38"

200 60.83+3.45° 68.09%4.25" 81.77+2.26
Bufalin (nmol/L)

10 20.42+3.52° 30.11%1.84" 43.24+2.78"

20 35.07+1.95" 35.14+1.45" 55.06+2. 42

40 40.74+4.40" 45.53+2.52" 59 48 +3. 23"

80 45.04+2. 45" 57.34%8.13" 73.33+2. 24°

160 55.74+4.79"  68.86*3.48" 84.31+1.25°
Combination

10/12  35.6314.67" 40.23+1.84™ 59.05+8. 47%

20/25  48.52+1.14" 56.74+7.12"% 73.88+1.62"
40/50  57.21+£2.76® 63.29+3.95" 82.11£2.08"
80/100  63.56+5.38" 74.90+2. 13" 89,60+ 0. 94™
160/200 9. 87 +3. 65" 85.39+2.79" 092.47+1.55%

Note: *:P<C0. 05 ,compared with the control group; "

P<C0. 05 ,compared with the signle-drug group

x2 BEIGREAEHCI
Table 2 50% inhibitory concentrations and combination

indexs of different groups

IC;,
Groups
24 h 48 h 72 h
Bufalin(nmol/L) 105. 25 47.92 16. 52
PTX(ng/mb 78. 94 52.78 24.79
Bufalin + PTX 26. 46/32. 67 16.53/20.20 5.69/6.90
CI 0.77 0. 86 0.72

x3 HYWIERAR 24 hERESRSH (0O
Table 3  Cell cycle distribution of MGC803 in
different groups (%)

Groups Sub-G, G, /G, S G, /M
Control 3.23 58. 34 9.85 24,76
Bufalin 14,13° 42,19  13.50 26. 49
PTX 19.74°  11.63 9.94 56. 81°¢
Combined 53.30¢  11.76 6. 68 26. 18

Note: ¢:P<C0. 05, compared with the control group; ¢
P<C0. 05, compared with the control group and the signle
drug groups
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Figure 1 The expressions of Caspase-8 and C-FLIP,,
proteins detected by Western blot
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